M UCH debate has centered around the question of pulmonary vasomotor activity in man. Daly The patient was a 48-year-old woman who had 4 children, aged 10 to 18 years. There was no evidence of pulmonary disease or a history to suggest pulmonary emboli. Her main complaint was effort dyspnea with a gradual onset about 3 years prior to the present examination; the dyspnea varied subjectively from day to day, had not manifested recent progression, and caused only slight disability.
The essential findings at cardiac catheterization are summarized in table 1. The arterial oxygen saturation and the pulmonary artery wedge pressure were normal, and the saturation data gave no evidence of any absence of an arteriovenous shunt3 or valvular incompetence4 ( fig. 1 ).
METHODS
Catheters were placed into the pulmonary artery just above the valve and into the right ventricle. The pressure in the radial artery was measured by a strain-gage manometer, and the arterial oxygen saturation was determined by an ear oximeter. Tidal volume and oxygen consump- shown that resistance in some patients with idiopathic pulmonary hypertension decreases after single injections of "Priscol "7, 8 and acetylcholine. 9 In the present studies, in which a steady cardiorespiratory state was maintained by continuous infusion of acetylcholine, the mean pulmonary artery pressure decreased from 56 to 25 mm. Hg, while the flow increased slightly. The oxygen saturation of systemic arterial blood, the systemic arterial pressures, and the heart rate were unchanged. Therefore, it is difficult to believe that these findings can be explained other than through a decrease in activity of smooth muscle in vessels somewhere in the lungs.
The breathing of oxygen instead of air can result in a decrease in pulmonary vascular resistance in some patients who have pulmonary hypertension associated with congenital heart disease.10' 11 In the present case, the breathing of oxygen alone had no effect, nor did it enhance the response to acetylcholine. 12 The present observations support the conclusion of other workers7-9 that active constriction of pulmonary vessels may play an important role in maintaining the pulmonary hypertension in such patients. The nature of this constriction has yet to be elucidated, but it has now been demonstrated in some patients with every disease of the heart or great vessels with which pulmonary hypertension is associated."' 12 
